A variety of extraintestinal manifestations, probably immune-mediated, may appear during relapses of Crohn's disease. We report the clinical observation of a 34-year-old woman who developed a Guillain-Barre syndrome, aphthous stomatitis and oligoarthritis during a relapse of Crohn's ileocolitis. This case suggests that the Guillain-Barre syndrome may be another extraintestinal manifestation of Crohn's disease.
Crohn's disease is a chronic inflammatory intestinal disorder of unknown aetiology which, in most cases, follows a relapsing and remitting course. It is well known that relapses may be accompanied by extraintestinal manifestations, including joint and skin symptoms, the pathogenesis of which is thought to be auto-immune.' We report a patient who developed a Guillain-Barre syndrome, aphthous oral ulcers, and peripheral arthritis during a relapse of Crohn's ileocolitis.
Case report
A 34-year-old woman was admitted to hospital with progressive weakness of her limbs for one day. On admission, she was afebrile, and general physical examination revealed aphthous oral ulcers, and arthritis involving two proximal intraphalangeal joints of the left hand, right hip, right knee, and left ankle. Neurological examination showed bilateral facial paresis, flaccid areflexic quadriplegia, and distal impairment of vibration sense. Perception of position, touch, pinprick, and temperature was normal. She developed bulbar paralysis and respiratory failure on the day after admission and had to be ventilated. Four years earlier she had been diagnosed as having Crohn's ileocolitis (based on radiological findings, colonoscopy, and biopsy). Since then she had had several relapses of Crohn's disease accompanied by aphthous stomatitis and asymmetric inflammatory polyarthritis involving the large joints of the lower extremities. For the last two months she had been treated with deflazacort (alternating 60 or 15 mg/day), and intramuscular injections of vitamin B 12 (monthly). During the 10 
Discussion
Although traditionally the Guillain-Barre syndrome has been defined as an inflammatory and demyelinating polyneuropathy, the existence of an axonal form of Guillain-Barre syndrome is now accepted.3 The present patient fulfilled clinical criteria for Guillain-Barre syndrome,4 and the electrophysiological findings (inexcitable motor nerves and marked evidence of mucle denervation) suggest an acute axonal form of Guillain-Barre syndrome. However, a primary demyelinating process cannot be totally excluded. 5 On the other hand, although the pathogenesis of the Guillain-Barr& syndrome remains unclear, considerable evidence favours de la Fuente-Fernandez, Rubio-Nazabal, de 
